IN this work we have focused on the ability of interleukin-1 to induce an acute phase protein response and a degranulation of polymorphonuclear leukocytes in vivo. The capacity of the interleukin-1 receptor antagonist to influence these events was also investigated. It was shown that interleukin-1 induced an acute phase protein response in rats and mice. In rats czz-macroglubolin levels were increased in plasma after an interleukin-1 injection whereas zl-inhibitor-3 decreased in plasma. In the mice plasma amyloid P was increased. The interleukin-1 receptor antagonist blocked the increase of 0c2-macroglobulin and plasma amyloid P in a dose dependent way while the effect on the l-inhibitor-3 decrease was less pronounced.
Introduction
In the rat o2-macroglobulin (x2m) is a marked acute phase protein 4 and in the mouse amyloid P shows highly increased plasma levels in the acute phase response. The purpose of the present paper was to evaluate the effect of the IL-1 receptor antagonist (IL-lra) on some IL-1 mediated processes in vivo.
Methods
Rat cathepsin G enzyme-linked immunosorbent assay (ELISA): Rat PMN cathepsin G was isolated as described 6 and a monospecific polyclonal rabbit anti-rat cathepsin G antiserum was produced as (C) 1992 Rapid Communications of Oxford Ltd described. 7 Results are given as plasma cathepsin G #g -.1 (mean +_ SE mean of five rats). plasma levels until 6 h after the injection of IL-1 (Fig. 2a) . In rats followed 48 h after the IL-1 injection a peak value was seen after 12 h (Fig. 2b) (Fig. 3a and 3b) .
0113 plasma levels decreased in all rats despite administration of IL-lra but the decrease in plasma levels was less pronounced in rats that received IL-lra (Fig. 4) . The 
Discussion
In this study we have focused on the ability of IL-1 to induce an acute phase protein response and degranulation of PMNs in vivo. The human IL-lra potential to influence these events in the rat and mouse was also investigated.
Tissue damage emerging from inflammation, neoplasia, trauma, burn injury and operation trauma induces an acute phase response in the host. This response includes fever, metabolic changes and increase or decrease of certain plasma proteins. Increased protein synthesis during an acute phase response is due to stimulation of the hepatocytes by IL-1, TNF and IL-6. The latter cytokine is thought to play a key role in the human acute phase protein response. 13 In the rat one of the fastest and strongest reacting acute phase proteins is 02M. 4 Normally plasma level is approximately 50 g 1-1, which is just below the detection limit for an electroimmunoassay. In the acute phase response the plasma levels may increase to 0.5-5 g 1-1.
After a single injection of IL-1 i.p. a detectable plasma level of 02M was seen after 6 h and at 24 h a maximum level was reached. Thereafter the plasma levels decreased. These increased plasma levels seen are in agreement with plasma levels and increased mRNA hepatocyte levels seen in rats stimulated with turpentine. 4 Rat 0lI is a proteinase inhibitor with a normal serum concentration of 7-9 g 1-1.14 In an inflammatory process the serum level is decreased. 1 Transcription activity in the liver follows this decrease in serum level. 4 
